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The epidemiological data are not entirely consistent. For example,
the magnitude of the association of fat with breast cancer appears
greater in the correlation data than in the case-control data.  This may
reflect the fact that recent dietary intake was assessed in the case-
control studies, whereas dietary patterns much earlier in life may have
had a greater influence on breast cancer risk.  Furthermore, some studies
of large bowel cancer did not show an association with dietary fat, possi-
bly because they either focused on relatively homogeneous populations or
were not specifically designed to test the hypothesis that fat intake is
associated with cancer.  Indeed, the studies designed specifically to
test this hypothesis tended to show the most striking direct correlations,
especially when the possible confounding effects of dietary fiber were
taken into consideration.
Cholesterol. The relationship between dietary cholesterol and cancer
in humans is not yet clear. Many studies of serum cholesterol levels and
cancer mortality have indicated that there is an inverse association with
colon cancer in males, but the evidence is inconsistent and is not suffi-
cient to establish a causal relationship.  Furthermore, other explanations
for the observations are possible. For example, low serum levels could
be the result rather than the cause of the cancer.
Relationship of Fecal Steroid Excretion to Bowel Carcinogenesis
In most reports on the association of dietary fat and bowel carcino-
genesis, it is generally assumed that dietary fat acts as a promoter. To
date, this effect has been examined in only one report, which suggested
that high lipid diets may promote bowel tumorigenesis.  High fat diets
increased tumor yields more effectively than low fat diets when fed after
the administration of a bowel carcinogen but not before.  It is not clear
if the effects observed were related to consumption of lipids or calories.
Increasing the quantity of dietary fat fed to rats increases the
total quantity of bile acids and neutral sterols excreted in the feces.
There is no evidence that bile acids or neutral sterols per ££ can be
converted in vivo to carcinogens or cocarcinogens by the fecal flora
under any dietary conditions.
Regardless of the carcinogen used to initiate bowel tumors, expo-
sures of the colonic lumen to a direct flow of bile, resin-bound salts,
or direct intrarectal instillation of bile salts have been consistently
associated with a higher number of tumors than in control animals.
Colonic tissue damage may result from exposure to the abnormally
high quantities and/or concentrations of bile salts used in these
studies.  Thus, it is not possible to determine whether the enhancing
effect of bile salts on colon tumorigenesis is promotion or the result
of nonspecific tissue injury.

